Proceedings of the Royal Society of Medicine 24 however, be diagnosed and treated early. Early feeding by mouth, and the avoidance of tubes and enterostomies, should be aimed at.
Two important anatomical factors should be stressed. First, the blood supply to the upper centimetre of the lower segment may come from the wall of the trachea, and division of the tracheocesophageal fistula may lead to necrosis of this portion unless it is resected. The shortening of the lower segments will render the anastomosis more difficult but may lessen the risk of leakage at the suture line from ischmmic necrosis. Second, the blind upper segment may be densely adherent to the posterior wall of the trachea and division of those adhesions more than compensates for the shortening of the lower segment. Baby 0., aged 48 hours, was admitted to the Thoracic Unit at Frenchay on December 18, 1948, with suspected congenital atresia of the oesophagus. The diagnosis was confirmed by lipiodol instillation through a catheter into the blind upper segment. The X-ray showed collapse of the right upper lobe and the presence of much gas in the stomach and small bowel.
Under intratracheal G.O.E. anesthesia the fifth right rib was resected postero-laterally, the lung retracted downwards, azygos vein doubly ligated and divided. The tracheo-cesophageal fistula was closed and an end-to-end one layer anastomosis between the cesophageal segments performed with stainless steel wire sutures. The lung was inflated and the chest closed without drainage. Convalescence was uneventful and the infant was allowed to feed normally forty-eight hours after operation. Barium swallow ten weeks after operation showed no stenosis and a normal cesophageal contour.
Healed Miliary Tuberculosis of Liver and Spleen. Hepatomegaly, Splenomegaly.-G. KONSTAM, F.R.C.P. R. B., female, aged 12 years. At the age of 18 months she developed Pott's disease of lumbar spine, psoas abscess and tuberculosis of the right ankle and was bed-ridden for two years. Then she made a good recovery and gained weight until one year ago when she began to get intermittent epigastric pain; in recent months her appetite has flagged and a week prior to admission to hospital on November 1, 1948, she became feverish and the abdominal pain returned.
Family history.-Mother has chronic pulmonary tuberculosis. On examination (November 1948) .-Remittent fever ranging between 970 and 1020. Well-nourished, dark-complexioned girl-not jaundiced. No enlarged glands felt. Heart and lungs normal. The liver was enlarged to three fingerbreadths below the costal margin, and was of firm consistency; the surface was irregular and protruded in the epigastrium where it was tender. The spleen was also enlarged down to the same level but was not tender.
There was a puckered scar from an old psoas abscess in the right groin. X-ray chest: no infiltration, calcified lymph nodes both hila. X-ray lumbar vertebre: old Pott's disease L. 2 and 3, which are partly fused. L. 4 shows some deformity. Opacity to the right of these vertebrn suggesting calcification in psoas abscess. Calcification also present in region of liver.
Course.-The pyrexia continued and anorexia increased. In view of the enlarged and progressively tender liver a course of emetine 6 grains was given; although the temperature fell, her condition deteriorated and on December 4, penicillin 25,000 units (three hourly for nine days) was started. From then onwards she improved rapidly-the temperature and pulse settled and the liver tenderness disappeared.
Owing to the calcified X-ray opacity seen in the region of the liver, especially soft films were taken, and these revealed calcified miliary shadows scattered through the hepatic and splenic areas (fig. 1) .
Comment.-The sequence of events in all probability was as follows: Aged 18 months, primary tuberculous focus in the lumbar vertebrae, followed by haematogenous spread and miliary lesions in the liver and spleen but not in the lungs (calcified foci only, in both hilar regions). The recent pyrexial illness with extreme hepatic tenderness may have been due to secondary pyogenic infection of a caseous focus in the liver, as response to penicillin was prompt. Hoyle and Vaizey (1937) analysing 120 cas'es of chronic miliary tuberculosis collected from the literature found 13 with enlarged livers and 31 with big spleens, and only ,seldom were calcified mihiary foci demonstrated radiologically. Miliary tuberculosis of the lungs, whether healed or not, was the rule and the absence of this is noteworthy in this case. These authors suggest, however, that chronic miliary lesions may occasionally heal leaving little or no permanent structural change.
Fibrosis around the`m iliary foci probably accounts for the enlargement of liver and spleen although the tough irregular surface of the liver in this case suggests a multilobular cirrhosis. Amyloidosis is unlikely in view of the return to good health and the absence of albuminuria. Braeuning and Redeker (1931) consider the prognosis relatively good when the miliary spread occurs in early childhood', soon after the primary infection.
